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]urkat Témhe, A WST—1RAAEM F s E B T I Jurkat T 2080 E 69300, FF Jurkat T 205 A = G AT RBLE
FooH ABELL, LY29400240 (PIBKAPHIA) B F O ABSIALY20400240, &L HaHFM24hie, KA %
B 3% 0T B B A Bk ROR (QRT—PCR) 4 &40 49 i PI3K . Akt mRNA A8 & i %, KA Western blotting #
M &40 491 p—PI3K/PI3K. p—Akt/Aktx @Atk &, HEHIVIRRE, ARREAEEAML, THFHR
G MBS A B f Jurkat T 40 BA9 3%, Z5R WST—1RAEME R B7, MAEF £ NEKEI M, Jurkat T
m e E 1 AR (P <0.05) ., qRT—PCR #2 Western blotting #| 25 & £ 77, AN AT I‘é’fﬁ]urkat T 20 e, PI3K & 3
T #% Akt mRINA ABST &3k B & p—PI3K/PI3K. p—Akt/Akt& @ Aast&ikF (P<0.05), HIVIEAHRLE FRER
En‘- F o 3 W 85 AR HIV A% A 4 Jurkat T 40 B e 2%, BRAZA L LML 8 40 2R 45 (P <0.05), it
F o I BT Akt PISK AR T Ake 49 7E4L, AR " HIV R % 3572 Jurkat T 48 i8] 69 4% 35 At N da B H AL
4, PR R F Jurkat T 4&1}%@&‘7 MR
KRR - R OB AR ; AR LIRS ; PIBK 5 Akt
HRESES . R51291 XHERFRIRAG . A
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Abstract: Objective This study aims to investigate the efficiency of puerarin targeting the Akt signaling
pathway in intervening with Human Immunodeficiency Virus (HIV) infection in T cells. Methods Jurkat T cells
were cultured, and the impact of puerarin intervention on Jurkat T cell activity was assessed using WST-1 reagent.

Jurkat T cells were divided into a blank control group, puerarin group, LY294002 group (PI3K inhibitor), and a
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combined puerarin-LY294002 group. After 24 hours of drug intervention, real-time quantitative polymerase chain
reaction (QRT-PCR) was employed to measure the relative expression of PI3K and Akt mRNA in each group, and
Western blotting was used to detect the relative expression of p-PI3K/PI3K and p-Akt/Akt proteins. HIV pseudovirus
was prepared to infect cells in each group, and the efficiency of pseudovirus infection in Jurkat T cells was assessed
using a luciferase system. Results WST-1 assay results revealed a dose-dependent reduction in Jurkat T cell
viability with increasing concentrations of puerarin (P < 0.05). qRT-PCR and Western blotting results indicated that
puerarin decreased the relative expression of PI3K and downstream Akt mRNA, as well as p-PI3K/PI3K and p-Akt/
Akt proteins in Jurkat T cells (P < 0.05). Results from the HIV pseudovirus infection experiment demonstrated that
puerarin reduced the efficiency of HIV pseudovirus infection in Jurkat T cells, with the combined treatment showing
superior inhibitory effects compared to the individual treatment (P < 0.05). Conclusion Puerarin may reduce the
activation of Akt downstream of PI3K, thereby decreasing the opportunity for HIV pseudovirus spread and entry into
Jurkat T cells, ultimately lowering the probability of infection.

Keywords: acquired immunedeficiency syndrome; andrographolide; human immunodeficiency pseudovirus;
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F AR E BT HIV (0 HARBLENAD A 1S Sm ARk A
SCE A , PI3K/Akt {5 538 % 7] fig 2 5 HIV J@& gL i
20 A o AR Ak 9 TS TTBE A 0F 95 1 E 40 A )
AL 3G 55 A7 B 43 2h i S 50 R R S 5% & B, 2
O3 N T AT BE X PI3K/Ak 15 538 6 A 30 1 78 12
PRI, AR 5 1 38 2 00 52 PN T T A 30 3k 300 71 Jurkat T
2 B N PI3K A9 2 3k , 0 i LN U Ake B BE0NE | AR
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O R 25 IO LA T R R AR AR I 225 15 L
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¥ g A% 52 e & AL iR AR Y W AR OK R
Ausgene X 23 &, RPMI 1640 % 75 3 . DMEM 55 5% 3£ iy
H 32 [ Invitrogen Gibco 2y & , — H FE\F I (DMSO) |
PBS . RIPA ZLfi# ¥ (& PMSF ) . 5%BSA 3 [ 7 24 1 [
R REEREABRAF, & B P (04%) |
YR T bn S W B 56 E SR H R B
NTE]L B O WE SO ENBRN 2 AR
AR B0y A7 BR S 7], WST-1 3857 &0 [ b Vg 28
= RAEVEARA RS T, 1557 40 M/ 20 T S RNA 2
WO & [ b5t RAR A LR A BR 23 |, HiSeript
Il All-in—one RT Super Mix Perfect for qPCR . it H 7Y
1o 7 AU e R 1 52 i PCR K I3t 5 & 44 1 1 7 5T
i MEE AR W R A A7 BR A ], PVDF BRI 42 B
22 AN B A R 2 |, PI3K L Akt p-PI3K | p-Akt .
GAPDH bt — bt LA K 90 e i [ VL5 56 RHE
Prar g v A R W O 2 R I 2R 49 35 6 0
EESES Promega NFE
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e 88 A BRA A ), 52560 % V8 8 AH (HLR-310F , 7
I (N SN S T /A D BN = I - N 3
(VELOCITY , 1 /g A 52 35 AL B R A PR F]D
& B AL (TDSA-WS, I 7 AN 32 56 = AL 3% JF &
AR T, BT K (PRACTUM224-1CN , 1 [ 3§
Z R\ 4 A Bl i e R KR iy (MLS-37511-
PC, g &2 Ry gat) ), fE IR /K i B (HH-6, &
M E AR B & R AT IR R ), 2R A AT LA 6 B
[BioSpec—nano, A A B ([ VHRAHA], 2
Iy g 13 L M A 1 {% (infinite 200PRO, Hit -+ 7 15 24
7)), PCRAY (CFX Connect, |1 H1JE 4= W RH% A R
NHE])  HLUKRE [ WIX-midiDNA , 5 s iR (b5 A
R wL &2 Atk ECE &R DITRSR
(ChemiScope 6100, 15 B FIRL 22U 25 A FRAF)) 4
1.3 XWHE

131 Mg ssn Jurkat T 40 40 0 15 7%
J (RPMI 1640 +10% FBS) 7E 37 °C 5% — A ALK 5
FRAA TR AR, B2 ~ 3 R 1 UOR 09 40 i 8 57
B o BN B0 K S 24 L AR, A AT 4R
AGHHE, LA S x 104> /mlL 20 i %5 3 45 Fh 1 6 FLAR , %
25 H IR AL (Control 41 ) | %7 0> 3% P 5 41 (Andro
ZH ) .\ LY294002 4 (LY294002 >y PI3K il 571 ) | ZF 0>
% N TR XA 1Y294002 41 ( Andro BE 4 LY294002 41 ) .
25 PN HE L AN I AT 0, 2800 3% P9 16 20 4 200 it 5%
FEFE AN 60 pmol/L 25 .0 3 PI i , LY294002 4 7
2 B 35 3% 5 T R I 40 wmol/L LY294002 i #1 , ¢
L 35 PN TR BE A LY294002 20 78 40 Jg 15 3% 56 o 43
60 pmol/L ¢ 0> 3% N fig A1 40 pmol/L 1.Y294002 i ]
o 293T 4t 40 B 15 57 5 (DMEM+ 10%FBS + 1%
ML) 7E 37 C 5% Z A Ak B 35 5% 6 b B 5%
2~ 3 KT 1 YR ik ) 0 i 7R

132 WST—140 R R EZF < E N BT s 2
JoE M et ¥ Jurkat T 4084 EEFL 10 000 4~/mL

20 it 5 R 2 R #1) 96 LR, 5 B OR R Mk R A 5 0
PN T T T 40 B, v BE 43 5] g2 020,40, 60, 80 Al
100 pmol/L, Zb B 24 h J , F WST-1 328 751 &5 46 I 41 it
WPE, BEFLINA 10 wL WST-13%7] , 7ZE85 3546 P I
2 h, 75 BEAR AL 450 nm &b 22 5% B (optical density,
OD) . WA Ak 4 173 % (%) =

1.3.3 TR T fféé\ﬁéiﬁfi/ﬁ(quantitative real—

time polymerase chain reaction, qR T—PCR )4 PI3K
Akt mRNA A8 £ A5 4 HIEE A 240, FH PBS
PRI 238 , 12 000 r/min B5.0> 5 min, Y0 8 40 i 30
E , F AN R RNA $2 0700 &5 156 BH 5 25 3R 12 e il
S RNA L, 430606 BE 110 4% 20 40 Jf A RNA AV B2,
K H qRT-PCR £ I PI3K . Akt mRNA A X} 3 ik & .
PI3K iF [ 5] %) : 5'-CAACCTTATTATTACCCTCC-3',
PI3K J% [ 51 #) : 5'-AGTCTTGTCGCAAAGTCC-3'; Akt
iE 16 51 %) : 5'-TCAACAACTTCTCTGTGGCG-3", Akt [
] 5] ¥ : 5'-ATCTCCTCCTCCTCCTGCTT-3'; GAPDH
iE 11 51 ¥ . 5-GGAGTCCACTGGCGTCTTCA-3',
GAPDH J% 7] 5| ¥ : 5'-GTCATGAGTCCTTCCACGATA
CC=3' 3R 27229 yE144 PI3K . Akt mRNA AN 3655
1.3.4 Western blotting #& M| p—PI3K/PI3K ., p—Akt/
Akt G AT F A Sr SR A LA, FH PBS Uk
BEANME 238 , 12 000 t/min &0 5 min, Y 40 IUTTE
THUK b 2 i v S A A L, 247 30 min , TR 25
LML, 4 °C, 12 000 r/min B0 10 min, W& F3E
W, FH BCA 1 11 7 b 0 2 3070 6 A 00 4 P v B2,
A Sx I B  #EAT E F SR . 10% SDS-
PAGE %I HL UK W55 55 %, 5% BSA B 2 h,
PEWE A Pt A PI3K | Akt | p-PI3K |, p-Akt — $i
(1:1000) %4t A GAPDH —4i (1:5 000) 5 F 4 C
TR, AL BT 1eG Z 40 (1:5 000) & I E 2 h,
e #H ECLIEBOE, FH Tmage J KA HT R 4401 -
135 iR REle KA ¥ 203T 400
Fi2 1 % 10° A/mL 20 i %5 B2 42 A 3] 12 LA, #2240 Pl &6
FREE TR A5 A 40 I 3% TR A 35 9%, T B i AR KD G
ik 70% ~ 80% Bif , ¥ HIV B 42 i 4 pNLA-3-Luc-R-
E—F140 i 5 K7 Env F Lipofectamine 3000 %% 4% 32{ 5]
B YL 203T 40 i, 64T HIV ARG BE AU %6 . HIV B 2R i
Ki pNLA-3—Luc-R-E- 1 I BT Env (5% 44 LAy
PR 10,151, 1:2.1:3 124 f11:5, 505 F 24 F1
48 h ISR 0 —F IR A, BB 28 5l . 2lifk
Wi 5 2] (196 B B3 W, 3 500 t/min B0 10 min, 32
DUVE , WA FIG WO e . 8 i 5O R B R 4817
B DB 75 A A R0

13.6  HIVEBEH & 4% 1: 108 HIV & 42 5k
pNLA-3—Luc—R-E— 43 5 57 R Env H % 4L 293T 4
Ji, ELAR S A R ) 1.3.5, SR ) fih L — 35 2 b 7 T
o WU {B 0 B 0 B UL iR 7, B T80 °C UK AR ¥ VR Ik
fEg M. A0S R S AR BB 2 , 2446 B 6 ik
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SR Akt (55T 10 HIV 8% T A0 9 RCRITSE

FERSTE (545 1045 .20 F% .40 1% .80 15 . 160 1) , 73
jalJ/ﬁﬁ/MlHH@ FH#6 FK Bl 2 GE ) SR I 28 61,
TE A0 ARG 5 BB AE 5 ~ 40 7 [a) i MR 1 U

WM B R AT S B2 0 HIV (50056 75 R L 52 56
137  HIVEIRHZEZEEE $#1x 10 /mL 41 i

% AR 96 FL AR o FH 4N AR KE 55 LR R HIV B
B, TALINA 100 WL B 240 B, IR AT, T 37 C
5% A AR KR SR AA T R 9E . AR EE YL 48 h S )
B AL 100 WL (35O 3 il & go e A 1R A
Y151, 7F 22 Ty e SFL AR 2 B0 K D 45 41 SO M
PR A T R AR (%) = (1-28 6 0/
BN ) X 100%
14 Sit=FHiE

B 23 Hr % FH SPSS 23.0 Fl1 GraphPad Prism 9.4
Gt . THETERA R = FRiERE (x £ 5) TR,
Z M REAR R T 225001, E— L P LA
FKHLSD-1 K5 P <0.05 W ERAH G2 X,

2 #R

21 FOERNEENT Jurkat T 4B E 1A 22 0E

A TR FE (0 wmoL /L, 20 wmol/L . 40 pwmol/L .
60 wmol/L .80 wmol/L 1 100 wmol/L) %> 3 N 5 T
il Jurkat T 40 /g 24 h J5 f5 OD {52351 4 (1.05 £ 0.05)
(0.95£0.03).(0.86 £ 0.07) . (0.73 £ 0.03) (0.51 £ 0.02)
(040+0.03) , &5 25, ERA G EX
(F=187.346,P=0.000) ., WK 1.

1.5

1.0 [

OD1E

oo Lo v v v .+
1 2 3 4 5 6

T B/ (ol /1)
1:0 wmol/L; 2:20 pmol/; 3:40 pmol/L; 4:60 pmol/L;
5:80 pmol/L; 6:100 pmol/L,

1 FOERNEET24 h /g Jurkat T AR 4 K #h 4%
A ) e (0 pmol/L | 20 pmol/L | 40 pmol/L
60 pwmol/L 80 pwmoL/L F1 100 MmoL/L)ﬂDAL}J}EW@H:F
T Jurkat T 40 0 24 h J5 09 40 il 77 36 R 4 5 N
(100.00 = 0.00)% . (89.38 £5.71)% . (78.55 +9.90)% .
(64.65+3.15)% .(39.74 +3.97) % F1(27.27 £ 2.47) %,

Kl EMN, EZS A% E X (F=149403, P =
0.000)., WK 2,
150 [

100 [~

50 -

AT 1%

1 2 3 4 5 6

Tk B/ (wmol /L)
1:0 pwmol/L; 2:20 wmol/; 3:40 pmol/L; 4:60 wmol/L;
5:80 pmol/L; 6:100 pmol/L,

2 FERBEST 24 hjg Jurkat TRRTEE R

2.2 FLENBEXTHAE A PISK, Akt B mRNA &%
K FERI RN

Control 4 | Andro 2 . 1L.Y294002 2H . Andro B &
LY294002 41 () PI3K . Akt mRNA #H %f 3¢ 35 & 14 %%,
B ESN, EZRARITFEX(P<005)., 5
Control # %% , Andro 21 . LY294002 £ | Andro BX &
LY294002 40 % PI3K . Akt mRNA #H %f 3¢ ik & F &
(P <0.05) ; 5 Andro 2H . 1Y294002 #4H . %5 , Andro B
£ LY294002 21 1) PI3K . Akt mRNA #H%f 2 35 B T %
(P<0.05). WL3R1.

F1 SHEMAPIBK, Akt mRNA YT RIZEHILLE
(x+s)

205 PI3K mRNA Akt mRNA
Control 4 1.000.13 1.000.14
AndroZH 0.59 + 0.08" 0.63 +0.06"
LY294002 4 0.61 £0.10” 0.65 +0.06"”
Androl4 LY2940024H  0.35+0.0872% 0.38 £ 0.077%%
FAg 27.792 25.821
PAl 0.000 0.000

1 . D Control 41 HL#E, P <0.05; @5 Andro 41 FL%5, P <0.05;
B35 1.Y294002 41 Lb4%, P<0.05.
2.3  FiE N EEXT 40 A8 A p-PI3K/PI3K, p—-Akt/
Akt E B RIEHI
Control £ | Andro 41 | .Y294002 #{ . Andro X &
1.Y294002 # ) p-PI3K/PI3K . p—Akt/Akt 2 [ # %} &
IRE W, &I 20, ERAGITEE L (P<
0.05) . 5 Control 41 It % , Andro 41 | LY294002 41 .
Andro BX A 1.Y294002 41 /1Y) p-PI3K/PI3K | p-Akt/Akt £
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F AT F6 35 R % (P <0.05) ; 5 Andro 41 . 1Y294002
41 L% , Andro % 4 LY294002 20 1) p-PI3K/PI3K . p—
Akt/Akt 2 FH A X 35 & R (P <0.05) . ULk 2
HIE 3,

F 2 KHEMAEp-PIBK/PI3K. p—Akt/Akt & HIEXTRIZEM

bbi (xxs)

45 p-PBBK/PIBK [T p-Akt/Akt [
Control £ 1.18 £0.15 1.00 £ 0.06
Andro 4 0.77 +0.127 0.65 +0.07%
LY294002 £ 0.71 +0.127 0.69 + 0.09”
Androlé4 LY29400241  0.33 £0.0572% 0.33 +0.0672%
F{g 26.099 48.835
PE 0.000 0.000

7 . DY Control 41 [L%%, P <0.05; 25 Andro 4 L%, P<0.05;
(315 LY294002 21 [£ 45, P <0.05.

1 2 3 4
p-PI3K T T E—— — 110 kD

PI3K D GED S G (0 D
pAkt D S— — () (])

Akt | — G — 0 D
GAPDH (D GNP SN Gy 37 kD

1:Control4H; 2: AndroZH; 3:LY2940024H ; 4: Andro 4 LY2940024H
B3 &HEMER p-PI3K,PI3K,p-Akt,Akt,
GAPDHE B &£

HEEL AL B R
H HIV B 28 fFokr pNL4—3-Luc—R—E—F40 I 5 k7
Env 448 1:0.1:1,1:2,1:3 1:4 Fl 1:5 /9 e 1) 5%
P, S HDOCE I, & T 225007, R A G R X
(P<0.05) . 1:1%GYend il 25 i HIV {E 9 25 B 4 21 il
I ) ' 2R Tl R PRV PR3 =5 (P <0.05) o L3R 3.
2.5 FOEREST HIVBRR S B4 BB 5200
Control ZH . Andro 21 . LY294002 41 . Andro B &
LY294002 20 19 HIV fB i 2 410 i 2% 53 3 Sy (0.00 +
0.00)% . (36.82+1.70)% . 5 (27.05+1.43)% .
(53.11+£0.08) % , 5 2 AW il 2 LA, 2807 2250 W , 22
A G X (F =1 205.019,P =0.000) . 5 Control
40 H 3¢, Andro 41 .\ LY294002 41 . Andro B4 LY294002
2H 1y HIV B 35 90 % B F+H (P <0.05) o 5 Andro
ZH | 1Y294002 21 45 , Andro 14 LY294002 4 () HIV
R TR T (P <0.05) .

2.4

®3 ARERMHFERLGIHEREBREREFEELR

(x+5)

SRR YL L g5 DS RIEN

1:0 2011.40 +218.50
1:1 53 895.20 +2 825.92
1:2 49 801.60 + 2 682.41
1:3 25791.20 + 1 472.38
1:4 15 653.80 + 1 793.03
1:5 7892.40 + 316.87
Fit 682.187

Pl 0.000
3 itig

JLTAEK, hBEE N —Fh B IR R — R E
() — BBy AR 30 . FFE R, v B 24 ] LAY b
PTG SR FEIR T I RIVE T B0 AR R I ARORE
ARV e RGIIRE G KR B, R YT SO
A RO 42 A i 251, 1 22 v 2 A K0T R
BB R R R R AP HIV WGE . BT &L,
FP R 2 2 0 S ARG P R A 0 T Y R EL A T
FE W4T HIV AR " Bl & B A58 0 A B R
ANLFEODHENERC SN E —F 2 S, Had
b R AR AN [ 9 45 538 1 R X 25 i 44t A ) AR 7 A=
SR, TEPUIN BE T IR, 2003 R A AR KA 77,
XTF 22 AN [R]85 25 2 Do 3 6 1, A 46 HIV (AL
JH 5% 98 B L B2 96 20 1 O B N BRI R
B BEFL A HER BE (EB R BE LN FL KR BE B A
96 15 A5, ENMOZHT "85 28 0 3% N BR #1770 F
Xif 4 O A A FE PR U AN ADME T 4 -5 WL
Y7 %2R0 FE N TR VE i SARS-COV-2 2L 1
it} (Mpro) (O VE ZE A 1 SR 2EAT T B9, R BLZE 0 FE N
1t B 21 % 45 7E SARS—CoV—2 Mpro 4 45 & 17 &5 .
A1, BANERJEE S5 51 I 2 .0 32 74 i 5 4R 2R UM R 1Y
A5 97 ¥ T e X B A ) et bR e 7 Sk g HAT U TE Y
S

o3 —J7 I, PI3K/Akt {5 5 38 P& AN AN 7E Jif 96 AH OC
Yoo v EL A A 0, R SOV A DG 5E TPt A H
L 2R B & LT PI3K/AKL 15 558 % 5
S T A P R PO SRR A B — 2D R
B E A A0 M, #5555 75 HIV A0 158 326 1 A4 0 25 11 gp120
AT LA S PI3K, ff H R i Ak 36 4k , PI3K/Akt 3 [ 1)
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SENTRHL ) Ak 55

“TIUHIV S T A RS

PTG A A B 0 1T 22 V) 8 A (eofilin) #E A HE 210
P 4 B R B Bk UE B AT LU TE PI3K/AKL {5 5l
P, 3 200 % T4 a5 5 Y PI3K/ Ak 7 A48 B TR
A7 76 T T 200 JH6 7 200 6] 422 ik v, 3 2% 90 2 AR AR N
FE4% 1 2 FAE R TITANJT 2 25I0F 58 438 , 75 11
OV ) L 396 7 Sy it 40 44 590 5T A 250 b B 1k T 40 i v
2 Jif0 8] 5 7% T AR A ) ) 2 E AT g 2
Akt 35 K", DING S5 53 & B, PI3K 4171 il 551 AT BH
W HIV JE YL 20 s . HAMADA 22 8F 5% % B1L, PIK-75
(PI3K 45 5 M 30 i) 7)) v] 38 43 HIV-1 env—CD4 [A] 4 B
Y F 5 591 2 30 1o 190 1) PI3K/AY/PTEN {5553 % 5 BH
VBT 4 55 240 L 2 ] ) il A, DA B 1k HIV-1 3E AR
2 .

AWEFEVEAL T 20 35 N R T T ok 40 ) PI3K
XF Akt 3 Ak 9 TR AR R B O X HIV B 2 sk g
Jurkat T 20 IR R A9 5200 o A58 A WST-1 55 5
SESLIH 2003 N BT Jurkat T 4109 A9 345 A 30 1
VEFT, PR I 7 MR 40 122 52 6 1 245 SR H50Hi 31 3 1650 1A
PAAS 1 Jurkat T 20 M X 28 00 55 P TR IO T 32 A2 1 . 46
A3 AT WST-1 52 56 (9 £ 48 T 0, 28 .0 3 9 i T il
Jurkat T 41 i (1) 1C50 {4 69.78 pmol/L, 4% 4 41 i 77
TG B BS540 07, J5 2252 56 ok L) 60 pumol/L F ¥ i
B K T 900 Jurkat T 40HE . b T 58 G5 MR 9% 28 00 3 N
firi 38 5o PI3K X Akt 3G f6 (9 98 AR, 280 it T
LY294002 £H F1 % .0 3 P R BK 5 LY294002 4H , H:
1.Y294002 171 il 751 2= PI3K #1il 551 , mT LA 38 375 40 el , 0
il Ake B B2 1k o 8 & 5 A W W PBK /E H B
LY294002 414§l 57 XF Ft, PFAd 25 00 3% P4 P 38 23 410 41 240
B PI3K X Akt 3805 A4 A 55 . — M &, X Ake
T A 1 00 ) 2 2 3 B Ak (9 1 PI3K 17T S B
o ASBFSE 25 0 WoR , 76 28 0 3 R T 105, 40
(1) PI3K . Akt 1) 3 P 3R 35 7K °F- S p-PI3K/PI3K | p—-Akt/
Akt [ 31 A AH U 23k B A T [ 4 R) AR R
ZF 0 TE PRI A LY 294002 4171 1] F1) 41 14 T [ e 34 o
B, B DM EVE .

SRy B G M ATF 5% 5 00 35 DN TR 3 2o 1o Ak (4 98
5 ) HIV RS T 40 Jf ) 250 383X A [n) 3, S8 0t 1T
il 25 HIV B0 72 40 B G 45 2 4t L . HIV {7 75
JE AR T HIV E 8 LA % 4 s 5, LBk HIV
U 5 G A BUR RN, H R RE R — A R, %
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